In yeast a handful of transcription-coupled export (TREX) factors, which package nascent mRNAs and eject them from the nucleus, have been identified. But Grund et al. were on the search for more. Now they\'ve found SRC1, whose TREX credentials turn out to be just half of its story.

Figure 1SRC1-regulated PHO genes (red and blue) locate near the nuclear membrane (orange circle) in the presence (left) or absence (right) of SRC1.

Grund et al. discovered SRC1\'s potential role in the TREX pathway by showing that it could compensate for the lack of certain TREX factors in yeast. Because little was known about SRC1, the next step was to remove it from yeast to see how it affected transcription. Only a small number of genes were misregulated, but interestingly these were skewed toward genes residing near telomeres. Members of the PHO family of genes, for example, which are located in subtelomeric regions, were up-regulated in the *Src1* mutant strain.

Chromatin immunoprecipitation showed that the SRC1 protein was enriched at telomeres and subtelomeres. Analysis of the structure and localization of SRC1 showed that it was an integral membrane protein that appeared to be specifically embedded in the inner nuclear membrane. It was possible that by interacting with both telomeres and inner nuclear membrane, SRC1 might bring genes, such as the PHO family, into the proximity of transcription repressors at the periphery---a region previously considered a site of silencing. Without SRC1, however, the active PHO genes remained at the nuclear periphery.

Exactly how SRC1 might repress PHO genes is thus so far unclear. And exactly why a potential TREX pathway factor would be working as a transcription repressor is also unclear. Although the periphery was historically considered as a site of silencing, recently it has been found that certain genes relocate there for activation, and it is thought that patches of inactive heterochromatin (such as telomeres) alternate with active chromatin near the nuclear pores (for easy mRNA export). The authors propose that SRC1 might somehow act at the interface between the two. ![](jcb_iti_rw.jpg)
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